some detail, seem to have misunderstood it.
They claim that Caygill et al reported an 'increased risk of cancers of the colon, rectum, biliary tract and female breast', in contrast with their own results in duodenal ulcer patients. In fact, firstly we did not separate colon and rectum but, like them we reported a decreased risk (relative risk 0 8) in duodenal ulcer patients of colorectal cancer (see our Table I ).
We did report an excess risk of biliary tract cancer in duodenal ulcer patients but it was not significant. The excess risk of female breast cancer that we reported was seen only after a 20 year latency. Elsewhere in the paper they claim that we reported an excess risk of oesophageal cancer, again in contrast with their own results. But like them we found no significant excess of oesophageal cancer in duodenal ulcer patients (see our Table I ).
We did report significant excess risks at these sites in gastric ulcer patients or in our whole cohort of peptic ulcer patients. Furthermore we take issue with their statement that cancers in such patients 'are unrelated to a common predisposition such as smoking'. We believe that the evidence of our study, and the others that we quoted in our paper, suggests that cigarette smoking is indeed the most important risk factor in carcinogenesis in such patients.
While Drs Caygill and Hill did find differences in subsequent cancer mortality between patients operated on for duodenal ulcer and gastric ulcer, they did not draw attention to this in subsequent discussion or summary.
As the debate draws to a close with the disappearance of elective surgical treatment for peptic ulcer, it is appropriate that the conclusions from this area should be clarified. We believe that these are as follows: that patients operated on for gastric ulcer are at significantly higher risk of developing gastric cancer 20 years postoperatively: that there is a significant increase in smoking related cancers as a result of the excess of cigarette smokers in this group, and finally that there is no evidence to support production of circulating carcinogens by the operated stomach.
I M C MACINTYRE The most effective means to analyse the data obtained in this study is to construct a normal range of permeabilities and to ask whether a subgroup of relatives exists with increased permeability and disregard group statistics. These points were clearly made in our paper and we are disappointed that they have been ignored. From our perspective, unless the study by Munkholm et al deals with these issues it is merely a repetition of numerous previous studies that have completely missed the point. With only 10% of relatives having abnormal permeability the approach used in this paper will be unlikely to even show a statistical difference between control and relative groups. Thus, we believe the conclusions reached by the authors are unwarranted as the statistical analysis fails to consider the question that the authors intended to ask. 
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